of the bacteria from the cervix to the endometrium and Fallopian tubes, the main clinical consequences are acute and chronic pelvic inflammatory disease (PID), with infertility, ectopic pregnancy and, less frequently, chronic pelvic pain as late sequelae. 1, 2 CT infection is involved in 60% of acute salpingitis and ectopic pregnancies and 80% of tubal infertility cases. 2'4 CT infection has a tendency to be chronic, latent and persistent. This immunopathogenesis is a consequence of the host immune reaction to CT. This obligate intracellular organism, with a slow reproductive cycle, generates an inflammatory host cascade due to its major outer membrane protein (MOMP), 57 Kd heat shock protein, which is a member of the family of 60 kD heat shock proteins (hsp 60) and lipopolysaccharide (LPS). Host immunity to CT hsp60 is associated with upper and not to low genital tract infection (cervix, vagina), as shown by Witkin 39 Ectopic pregnancy is clinically easy to diagnose, with its bleeding and unilateral pelvic pain associated with early pregnancy signs. Positive beta gonadotrophins in contrast to an empty uterus at sonography are the keys to diagnosis. Laparoscopy is used for both diagnosis and treatment, medical treatment being reserved to very selected cases. Paradoxically, most surgeons are used to correctly treating ectopics, either in a conservative way, by salpingotomy, or more radically, by salpingectomy, but they do not care for evaluation of tubal damage in the tube with ectopic nidation and the contra lateral one, nor to etiological investigations that should be of interest during and after the surgical procedure. If CT infection is involved in a majority of ectopics, this disease can be relevant to other causes, such as endometriosis or a present or past intra uterine device and, in this latter case, has no tendency to recurrence.
